It is now twenty-two years since resection for coarctation of the aorta was first shown to be feasible (Crafoord & Nylin 1945) and it seemed to me important to assess the results of this treatment a good many years after operation in order to determine whether the early reduction in blood pressure was maintained and to see if any late sequelk developed. shown by radiography to have a basilar aneurysm which presumably had bled. Her blood pressure was 200/110 and the usual signs of an aortic coarctation were found. This was resected, and eleven years later she was normal in every way, with a blood pressure of 150/75 and a child 5 years old.
It is now twenty-two years since resection for coarctation of the aorta was first shown to be feasible (Crafoord & Nylin 1945) and it seemed to me important to assess the results of this treatment a good many years after operation in order to determine whether the early reduction in blood pressure was maintained and to see if any late sequelk developed.
With this in mind I carried out a review of 16 patients operated on by me between eight and twenty (average twelve) years ago. The ages at operation ranged from 10 months to 26 years, average 11-5 years. Of the 16 patients one had died, and since this was the only death in my series some details will be given. The shown by radiography to have a basilar aneurysm which presumably had bled. Her blood pressure was 200/110 and the usual signs of an aortic coarctation were found. This was resected, and eleven years later she was normal in every way, with a blood pressure of 150/75 and a child 5 years old.
One other case is worthy of special mention, a girl aged 12 who was very ill from relapsing septicxmia. At operation a coarctation was excised along with a saccular aneurysm containing infected vegetations and situated immediately distal to the coarctation. A freeze-dried aortic homograft was inserted and now, fourtezn years later, she is normal in every way, with a blood pressure of 130/70; she is married and has an uneventful pregnancy successfully behind her.
Of the 15 patients seen one was abnormal. He was a baby of 10 months when the operation was carried out as a life-saving procedure because of attacks of dyspnoea, an enlarging heart, and a blood pressure of 180/120. Twelve years later he was found to be very retarded in both physical and mental development, but his blood pressure was 125/85 and there was no apparent cardiac abnormality. The remaining patients were all found to be healthy and active people of normal development. None The ultimate object of the work to be described is to elucidate the mechanism of sweat elaboration with special reference to sodium excretion and also, if possible, to define the sodium excretion defect in the sweat gland of the fibrocystic individual which results in sodium concentrations of 70-130 mEq/l in the sweat of these individuals compared with values of 10-60 mEq/l in normal children. We decided to investigate the problem in vivo by introducing drugs and ions iontophoretically into the skins of fibrocystic and normal children in an attempt either to repair the biochemical abnormality in a fibrocystic individual or to simulate it in a normal subject. If we succeeded in this aim, we felt that we might gain an insight into the natural lesion.
The eccrine sweat gland consists of two main portions: a secretory coil and a duct. The process of sweat formation commences in the secretory coil. Although the epithelium consists of a single layer of cells, they are of two distinct types: small dark cells, containing mucopolysaccharides, and large 'clear cells' containing variable amounts of glycogen. The clear cells probably secrete the aqueous sweat and the dark cells produce a mucinous material. The primary process of sweat formation is widely believed to be the passage of sodium ions into the lumen of the secretory coil. This is followed by the movement of water and other solutes to maintain ionic and osmotic equilibrium. Unless one postulates active transport of water, it is difficult to see how the fluid so formed could be hypotonic. Recently evidence has been accumulating that the coil fluid has the same sodium concentration as extracellular fluid. However, the Na concentration of sweat secreted on to the skin surface is hypotonic. It follows that some Na must be reabsorbed in the duct and that the ductal membrane cannot be freely permeable to water.
In our studies the Na concentration of sweat was the criterion by which the effects of drugs and ions were to be assessed. It was therefore necessary to compare the secretion from drug-treated glands with that from control glands. Here one problem facing the investigator is reproducibility .  Fig 1 (left) demonstrates the considerable vari-
